Introduction
Toxoplasma gondii is a worldwide intracellular obligate parasite, which causes severe and frequent lesions (mainly cerebral) in AIDS patients. The pathophysiology of reactivation of toxoplasmosis in immunocompromised patients is still not clear, and the exact mechanisms of cyst rupture, including the role of cytokines remain unknown. ',3 While interferon-, (INFT) is involved in protective immunity, its precise role and mode of action is not known.
Tumour necrosis factor<z (TNF00, a cytokine which is involved in infectious and inflammatory diseases, has not been extensively studied in toxoplasmosis. Its role during toxoplasmic infection in mice is controversial, 5 ,e and TNF0t would seem to be implicated in human and animal toxoplasmosis. [7] [8] [9] Interleukin-6 (IL-6) and interleukin-lz (IL-Iz) play a role in parasitic diseases 1 and in mouse toxoplasmosis. 11 Their transcripts have been detected in brains of mice infected with T. gondii. " Thus, these three cytokines (TNFx, IL-6, IL-lcz) may be involved in the development of immunity that occurs in immunocompetent hosts after infection with T. gondii, as they are in the viral infections (particularly HIV). 3 Cerebral parasitic multiplication following cyst reactivation is the main event of toxoplasmic disease in patients with Acquired Immuno Deficiency Syndrome, but to our knowledge, few publications have studied the parasitic multiplication, the cyst formation and rupture in astrocytes, which are cerebral host cells for T. gondii. Moreover, some authors have recently suggested that differences between T. gondii strains could be the cause of virulence differences in animals and perhaps in man, in association with the host immunological variations. [14] [15] [16] [17] (Fig. 1) , higher amounts of IL-6 ( Fig. 2) secretion of the three cytokines by the astrocytoma cells (Figs 1 and 2 ) whatever the strain used. The twelve IgG positive sera to T. gondii gave the same results.
The penetration of parasites into the cells during 2 h before the experiment did not inhibit the secretions induced by PMA (Figs 3 and 4 
